small meals (owing to distortion of the stomach and cardio-oesophageal junction); and (5) an abdominal fluid thrill but no shifting dullness, indicating a localised collection of fluid and clotted blood.
Spontaneous recovery from rapidly progressive glomerulonephritis
Idiopathic rapidly progressive glomerulonephritis is characterised by crescent formation and rapid deterioration of renal function. Most patients require haemodialysis, since treatment with anticoagulants, steroids, and cytotoxic agents has little apparent effect.' Plasmapheresis may be of value in some patients with Goodpasture's syndrome,2 but the reports have not been universally favourable.1 Bolton and Couser recently reported on nine patients with the condition, six of whom appeared to benefit dramatically from intravenous pulse methylprednisolone followed by oral steroids. 4 We describe three patients with idiopathic rapidly progressive glomerulonephritis who required haemodialysis but thereafter recovered without any specific treatment.
Case reports
Case 1-A 60-year-old man developed chills, fever, and cough. The findings were non-specific. A roentgenogram showed granulomas and fibrotic changes in both upper lobes. Urine analysis showed albumin 4+, red and white blood cells, and red-cell casts. Blood urea nitrogen (BUN) concentration was 13 9 mmol1l (39 mg/100 ml) and serum creatinine concentration 327 ,umol/l (3 7 mg/100 ml). Other laboratory results were negative. Renal failure progressed to oliguria. A lung biopsy specimen showed only fibrosis, while a renal biopsy specimen disclosed increased mesangial matrix, neutrophilic infiltrates, and crescents in seven out of 13 glomeruli. Immunofluiorescence staining showed only fibrin in the crescents (figure)'. Haemodialysis was instituted thrice weekly. Four months later urinary output increased, and haemodialysis was discontinued when the creatinine clearance was 28 mljmin.
Case 2-A 62-year-old man gave a two-month history of fever and malaise. He had no specific physical findings. Urine analysis showed albumin 4+ and numerouis white and red blood cells. BUN concentration was 11-1 mmol/l (31 mg/l00 ml), creatinine clearance 20 ml/min, and urinary protein excretion 9-8 g/day. A renal biopsy specimen showed cellular proliferation and crescents in five out of nine glomeruli. Immunofluorescence staining showed focal segmental C3 and generalised fibrin deposits. Thrice-weekly haemodialysis was instituted when the creatinine clearance decreased to 3 ml/min. Fourteen months later the creatinine clearance increased to 18 ml/min and dialysis was discontinued.
Case 3-A 67-year-old man developed diarrhoea and dark urine. Three months later he presented to the hospital with pulmonary oedema. BUN concentration was 33 6 mmol/l (94 mg/l00 ml), serum creatinine concentration was 972 ,umol/l (11 mg/100 ml), and the patient produced no Case 1. Immunofluorescence staining of glomerulus showing sparse staining of capillary loops with fibrin. Crescent is well outlined. x 400 (original magnification). urine. A specimen showed a necrotising proliferative glomerulonephritis with crescents affecting over half of 30 glomeruli. Immunofluorescence showed sparse deposits of C3 and IgG. Haemodialysis was required for four months, after which the urinary output increased and renal function returned. Dialysis was withdrawn and the creatinine clearance increased to 28 ml/min.
Comment
Rapidly progressive glomerulonephritis may be classified into three distinct immunofluorescent patterns: type 1 shows diffuse linear IgG staining and is associated with antiglomerular basement membrane antibody; type II shows diffuse granular deposits of IgG, IgM, and, less often, IgA accompanied by C3 deposits in the peripheral capillary loops; and type III shows sparse or no deposits of IgG or C3.'
Our patients had idiopathic rapidly progressive glomerulorephritis and type III immunofluorescent patterns. All recovered after several months of haemodialysis without specific treatment, although a beneficial effect of heparin during haemodialysis cannot be excluded. We find that patients with this condition showing type III patterns have a more benign course than those with either type I or type II patterns.' Six of the nine patients with rapidly progressive glomerulonephritis in the series of Bolton and Couser4 had no immunofluorescence staining. Those workers prudently suggested a prospective, controlled evaluation of their regimen. We endorse their opinion and raise the possibility that this condition, particularly with no or sparse immunofluorescence staining, may improve spontaneously.
